Sir: Acquired immunodeficiency syndrome (AIDS) is a disease of protean manifestations. It is almost certainly caused by a retrovirus: human immunodeficiency virus (HIV). Its major presentations are those of recurrent infection and neoplasia.
Musculoskeletal manifestations have been well reported' and occur in up to 70% of patients.
Arthritis is less common but certainly does occur. Reiter's syndrome and reactive arthritis are the most commonly associated.' 2 Infectious arthritis due to organisms such as cryptococcus and mycobacteria has been reported. Psoriatic arthritis occurs. An AIDS associated arthritis has also been described.
Rheumatoid arthritis like disease has rarely been reported as coexisting with AIDS. The patient presented here had criteria for classical seronegative rheumatoid arthritis. His case is presented to alert clinicians to this association and to report that AIDS does not exclude rheumatoid arthritis.
The patient, a white homosexual man, aged 28, presented in January 1986 with pneumonia. He was admitted to hospital and recovered uneventfully from a diagnosed Streptococcus pneumoniae pneumonia. At that time he was noted to have cervical adenopathy and a packed cell volume of 0 34 with a normochromic normocytic blood smear. In April 1986 he developed swelling and pain in his feet and then his knees, with generalised arthralgia. He was evaluated for this in May 86 and was found to be HLA-B27 positive with no sacroiliitis or other stigmata of Reiter's syndrome. His haemoglobin was 119 g/l; packed cell volume 0-36; white cell It is important to realise that treatment with antibiotics may abort the development of positive antibody titres to a significant degree.7 Therefore the diagnosis is apt to be clinical rather than serological, and studies based solely on positive serological tests are likely to underestimate the incidence. Pathologically chronic Lyme arthropathy resembles rheumatoid arthritis, though they have distant clinical and immunogenetic characteristics. Chronic Lyme arthritis, like rheumatoid arthritis, can be destructive, and about 100/o of cases develop severe erosive disease; this is often associated with HLA-DR2. Our patient, however, had no evidence of erosive disease. The pathogenesis of chronic Lyme arthritis is still far from clear, though it is believed that in genetically susceptible subjects a tick transmitted infection triggers an inappropriate immune response that may eventually localise and persist in joints, with pathological consequences.
Management of Lyme arthritis depends on the pattern of arthritis at presentation. The acute variety may well respond to antibiotic treatment with or without non-steroidal antiinflammatory drugs, but the role of intraarticular steroid during the acute phase is a matter of much debate. It is suggested that intra-articular steroids are best avoided as they may be associated with an increased incidence of antibiotic failure.8 The symptoms ofchronic Lyme arthritis are treated with non-steroidal anti-inflammatory drugs with or without intra-articular steroids, as it is believed to have an immunological origin. Many patients, however, may need a surgical synovectomy because ofpoor response to medical treatment. Perhaps early surgical intervention in these groups of patients prevents the onset of erosive and destructive arthropathy.
